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Abstract: Adenosine triphosphate(ATP) binding cassette transporters, known as ABC transporters, is a
kind of active transporters which can be found in all kingdoms of life. It normally consists of four domains:
two transmembrane domains ( TMD) and two nucleotide-binding domains (NBD). NBDs hydrolyzes
ATPs, and the produced energy can be used by TMDs to transport substrates across the membrane against
the chemical potential. ABC transporters anticipate in a variety of physiological process, because almost all
functional molecules can be recognized as substrates by ABC transporters. The human genome encodes 48

ABC transporters in total, and dysfunction of the transporters is directly related to some major diseases.
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This essay summarized the classification and features of human ABCs, and emphasized the latest research

progress of structure studies of human ABC transporters, as well as their relations with human diseases.

Key words: ABC transporter;classification; structure; human disease
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20 L FEEATE Ay A I 5 L 7 A B 85 ) R B 0 20
B e P10 7 1, 75 U 50 TG 12 DR 50 A 200 1 B B
MRS AR 25 5 A B AR T X R Ik R S
PELH L, B E D KB YRR s B A
(facilitators) A] LA 45 %5 J50 W& HEL Ak 2 B0 B2 BE 17
5 M5 3 Hin . X M I i i RN T R DA B AR AR
Wezhiz . 2, 32 iz b nl LU S v BT 50 ik R A R
BT AR X PR B AR RE i AR AR K
AR R A — R s A L E T
[) ) J5 14 3 i o DAt J2 22 b 22 4 1 2 B R
ABC iz RBHRZ  ZHEE S Wz EA
B IR. ABC ¥ 12 8 11 2 ATP 45 & & (ATP
binding cassette) £ [1, 1% % 5 12 8 X I Y B 47
55 I i R RE B A ATP YK i

AN F b 9 5% 1) ABC %% 32 4 1119 B0 22 51 482
R U, BT A= 0 B0 A 0 TR B A IR B T Y
TR T T N2 1 AR AR A BRI ABC %%z
AR Z ARG A K12 5 bk 9 5 K 20
LR SV NS ABC Fis & (A st A &
FAEESR A% 0 20 T A9 il L 3h P R BUR TR )
Hgmth ) ABC ¥z 8 1 W S5 2 B AR WAEAE
FLA TR A 1 ) 5 3 16 3 ML DR T A 4 L
ABC ¥ 3z 8 PR XS 88 /0 i s 5 A% 40 i m] LA i
A FH 5 HOE 77 0 o 1) 400 M L 0 A 5 28 g i B A
XA IIRER) ABC #eiz & H AR — B [ 5L, A
IT—E N B YA BA ) N2 1) ABC iz
# M (importer).

KERSr ABC ¥z 8 102 AT IR Y R e ki (H
WAT — L8 2 Z W R S 1 0, 91 0 5 Ik e o 2 el
VU iz JUT T A7 19 — ik el 2 = kM e A — 28 ABC
B BN TE LmrA fAZE Pep, il LAk
WU B KRR Y. ABC iz AN S — 1B E
FE R BIVE J2 e 50 R 45 48 AR B Y [A] — A4S % 1Y
ABC ¥z 85 1, BATA IR Y s £ W vl 68 22 5 B
KRIVFFA BAERIIRER) 73 T #f & ABC #1548
FREY, XFEY 2R RS 5z A4
AR 2 ABC Bz & b DU A 25 4 B0R .

A5 B2 F 3 (transmembrane domain, TMD) F1 %
AN N Y ABC 25 # 8  Bl PR VR IR 45 & 454
1f, (nucleotide-binding domain, NBD). TMD i# i £
AN 7K DI 200 B T A T A 5 IS ) 45 G a2 Y e
B AR ABC %3z 8 A TMD — 9% 51 AH AL B 4%
ik, BE T84 ABC ¥ iz & 1Y IR Y5 v k. (W)
L WARZ ABC iz & F i i 4040 1) 45 4 38, 4
WmE ¥ 45 & 45 ) B (substrate binding domain,
SBD) K fin s i< #) % £ ¥ NBD & 7 76 i Py, H— 2%
JF AR XT3 AR S NBD B0 IX K 215 2
FER2H WL, AT AR 4 3% X 5l — 25 3 1Y O SF 2 X
ABC ¥z 1 #1753 265 NBD B A — A Frig
Walker A Fil Walker B & & (motif), DA J — 4>
“ABC $#F#1A” (ABC-signature motif). Nz
iz tE 1 ArsA ) ATP 455 45 H B Walker
Al Walker B AR fHIEBEAT ABC FRAEBLA L 1t
RIE ABC #1322 11.NBD i it 54 ATP K28 &
SRR S I e BN R (RN YNEE SF f A (- D
T 254 1 B0 K & - NBD Al TMD J& ABC #i2 &
FI A% 0 FEAT 8 D) BRI 2 Bk — AN AT (. 2558 B T
XA LS, X AR 2 ABC #% 12 2 11k Ut . % 4 1Y
SERE IR0 T 58 URE 1A T R R AN AT R L L T R
{7 w 42 2 A0 SBP.2E 1k 45 4 fb & A (cystic fibrosis
protein) CFTR fJ R 45 ¥ 38 ] LI3E 33 [ 5 8 ik 1k
K7 1A CFTR 936 4.

JEE AR ABC $iz EE A C & AT T — £ 4
SR AN T RE AT 5T o AE 2 FATTxE T R ) U e
P 0 e PR 2R A B i A8 g 2 B R T A
v oA T G T REAE A 2 S SR )L e, N2R 10 Pgp
HARZHAMERZEN AR MDR3 R 5
FOP ) — UM R 3k 8024, N6 32 Wi IR Tk IEL A 5 A%
HEYIE) LmrA A5 Pgp RA 40 % K5 — 8tk ,
W5 Pep MUK — R I gi KM 259 W B,
ABC ¥z & 1 7> 1 HL . JE R ABC [ 4hFe iz
HEEW TR ATERE B EEW R, 5 AKEE
PRI AR SC ABC #1245 11 A9 45 48 A 2 BRI 1 22
A BT LLFRATT30 U0 5 B E AT S5 R AT e X S
PRI I 06 R AT MR AR G 05T, L0 I )
TAEBLA I 9 N BN 16 7 1R AL B i 48 .
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ABC #i2& G 5 A XK R 855

1 ABCHEEAHDE

I DN A B P 5 A% 30 4 i S i ABC #ei8 2R
F W% FRAE 18] Ah F5 32 B8 1 (exporters) s T IS 9 B 5% 928
J7 ) 2 DA e A 31 440 B P CRF S T 48 550 B9, U] g6 Bk
YEIm N %% 32 78 H Cimporters). [a] 5, B £ £ — 2%
ABC AT 2 Di6e . i H &2 5 40 i i o8 42
IR, G0 DNA MBS BH PR R 3R 3R R 42 55 T LA,
IR ABC 53z 385 M F %t H ok i 5% 2 )
RE T 75 44 - (HLBE & 0T HE D BB AR B e, 38 &3 1y FR
FEAT e ABC #2407 i B AT B i NBD 1)
PRAFRAR BTG B 7 2% ABC %% iz 25 1

502550 R0 TMD B £ b 2 5 2K 90 /Y 33 51 A
S5 PRI IX AR Y 2328 7 2OME B A7 7 Jay BR e Tl A
KM Z 1 ABC 55328 8 1 = 4E S5 F B Br , 8l 25
B 3 TR B AN S5 A8 AR, B T ABC #% 12 8 F1 8%
g0 T R SR CE D, JF A DUAR 9 T fE 2F — 20 4
Ay T R~ IR ) s B s IV R VOB )
GG B A VIR ABC B A9 AR o “Hh it
(extractor) . i #& Cextract) 38 ¥ £ 4 [ & 76 I N
1) JES 400 38 B 3] B A 5 VI 289 2 5 HC At 28 1 3 R B
—A~ SE AN HERE Cefflux pump) REE, FEIX — &R
girh, ABC ¥ iz 8 B A T3 I8 28 1 4R L B0
S 5 32 T0 G 1 VA 4R A 43 R VR .

-4

MalFGK,-MBP BtuCD-F  Folate ECF transporter ABCBI1 ABCG2 LptB,FG Spr0693-0694-0695
[2R6G] [4F13] [4HUQ] [6COV] [6ETI] [2R1A/3MY2/5X5Y] [5XU0/5XU1]
&) JIEi) IIEiR] VAL A& VI VI
(@) (b) (© (D) © ® ©
Ca) K AT 141 22 205 1) P9 5532 26 11 MalFGK2 B X-ST4R S AR 454 R LR i T B ABC #i2 R4, 54 F 45 4 1 MBP IE LA &
. (o) K 1 B 4k 25 3 B12 ] %32 38 11 BtuCD B9 X-S 28 S 2 254, J2 LB ) 11 2 ABC #5132 R 40, 5IK P45 4 & 1 BuF B A A 1k,
Co) Ja FUFT BT I 12 A 2 (B 106 K1 1 1) P 2 3 2 11 100 XS 2 b o 4 R 0 % [ 89 ABC #5iz R 4% . S MR 45 A 8 11 EcIS B E A ik (DA

KL I EE E Pgp(ABCBL) B HLBES5 #4454 ATP (1 1) P9 1 45 R 25 . Ce) AZE LM A O 25 11 BCRP/ABCG2 Y HL B 45 1. (D) &t i FF 141 B
SRR IZE A LptB FG 19 XS 2R Fh PR = 254 . (o) I 4 4 1R T8 40 11 K AP HE R 11 Spr0693-0694-0695 A X 5 2k M 2 25 4 28 1 B dle )
(https://www.resb.org/) 4% i 75 76 75745 5 . ATP, adenosine triphosphate; AMPPNP, adenylyl-imidodiphosphate.
E1 ABCEIZZEANE
Fig.1 The classification of ABC transporters

T BUA T B9 6% ) N 5% 5 48 F dRew) K 30T 40
H H TMD B AT 5~ 10 A 85 BRI 70 1] LK i A
T 14 22 ZE 55 38 B 1 MalFGK, (] 1(a)) L K 424
R B12 #1211 BruCD 458 (B 1(b) AR
BrymNFzEAUERMBE N TFHzEA
(energy-coupling factor, ECF) L. % HEEW%
5 Bl T DA S PR B 5 v B SR 7R W B [ L i 2R R
FI e 4 Al ek B LA R
(Lactobacillus brevis) WM R 5 iz 8 H 1) = 4E 4544

(FE 1(c)) W ECF REA LB P4 TMD 4
JISC 1 1255 FEE DX ) 45 4 o T 2 FR — A 5 B S A (Eef T)
— A B RN B IS 25 A B (EcfS) 4 AT

IV ESFNV BUER Al LA AR 2 22 M) ABC [a] A1 5%
BEMA RGN VIEE L LptB, FG S Al $2 5
FICE 1D, B 5 iz 8122 [ BH P B A1 BE 19 il 22 0. K
Fo AT B A B 22 0 7 PN T L RS L R B LptB, FG
MNP B Il R Ok, AL 3k 4 5 A B R AE
LptC, LptC Ff¥f g Z Mz i 45 LptA DL 5E i 8 Joi i
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W 5632, (45 IR 22 4 S5 218 A0 B 78 X A — 4>
ABC &4, LptB, J& — %} NBD, LptF 1 LptG 43
SR TMD. fE 8 VI B8 ABC H $2 2 (1. LptF #l
LptG W31 & )7 05 HAl 25 1 ABC ¥z & A AT,
ANAEAE 2 M 25 My i TMD 22 i) 4 82 € 52 # Chelix
swapping)'™ . LptB 45 & ATP J5 7€ M 1 +7 7F 38 3%
A5 is Z WA IR BT A #8433 A, T 02 I8 2 W5k vl B
FEH ATP JK i 3K 3l 1) 14 52 A8 Ak ik A 31 S 5T i .
VI A ABC 28 & 1E N A HE 5 1 — A 4 o k5
1 R B A A =2 TG B R oK AT i, T Y
ABC #%32 % 11 MacB 5 J I i H 9 MacA 75 R K
FEZSE T MacA 54 ASMERY TolC = Rk
FHEAER , = A A 2L R B — A X032 3k i S HE .
TXAE— > SRS TT LUK I P DA A ML 28 Hy oA —
Jo A1 i F) 40 AR B R S B R
LA — 22 A B AE 2 2 LA M HE R R e 2 A7 AE

1) A il 8 i 3R 1 P, Spr0694-0695 & ABC #5354
FI 1 Spro693 W& —~15 MacA FE# K BIH 7X R
PRI 03X T R AR HE S S5 R A AT BT AT,
FRFATXVL AL ABC 35 H A 1 3R 219 AR (F 1
(g). X —2 ABC & —/> TMD H A 4 i 5 i
JiE s TMD #IE B T — 1~ 5 %85 1 AR S5 40, A 45 %
Yy 45 G R e N B 23 )5 {E R 7E SRR R 3 Ak,
TMD H 5 #¢ 1 09 Ji 51 & 45 ¥ 3 (periplasmic
domain) 3% il #b 45 #9 35 (extracellular domain) J& Ji%
TR A0 A R A DRSS 0 TR 2 A G T S

NI — g b 48 N AF Y ABC %4458 &
FI (R D) AR — 207 50 B AR 20 R 7 A4S S R
WK A 4 ABCA ~ ABCGH'Y. H fr, ABCE1 Al
ABCF #H I AHA TMD 45, H it & T ABC % 11
SRENE e S B

F1 AXEFRARBER 481 ABCHIEER
Tab.1 The 48 ABC transporters encoded by the human genome

WHEKE  HAA BEH mREASEIAN Tk
ABCA1 2261 B IR HNHEIR [ B 5 2 % B R AR
ABCA2 2436 o FE R fig BT A
ABCA3 1704 it » % i B AR 38
ABCA4 2273 =N Wi NG B 2 BN (PED 417 24 4 41 ik
ABCAS 1642 YN R 5Bt P98 (PIND (32 Wi R s 4
ABCAG6 1617 JH . T B 5 W 40 0 i B A
ABCA ABCA7 2146 B JLE JIEL [ e A HE
ABCAS 1581 fig 7 , 81 5E iz R E IR AR 25 W
ABCA9 1624 Y13 g 10y T A FE B A% F 40 B A 43 Ak R 0 4T A 1 B A B e 0 4
ABCA10 1543 15, IR i JIEL ] - g 257 2 1A
ABCA12 2595 BBk 45 1 T M oL R A 2R W) B A I
ABCA13 5058 HRE AR B Mt AR O 38 1 9
"""""""""""" ABCBI 1280 W RGO gm0
ABCB2 808 i, 1R Z ke iz
ABCB3 703 bR, bk 2 &5 Z ik iz
ABCB4 1279 B B R A i Ik REL B % i
ABCB5 812 JIn %% ERFA
ABCB ABCB6 842 2L, 0P Rl is
ABCB7 753 Rt =) 79 I3 Fe/S %32
ABCBS8 718 SELLFE AR JHL P9 22 Bk 55 L i
ABCB9 766 20, ik TE LT A T RE R
ABCBI0 738 (=g R =) 7] PR IR AR 1 KA I ) A

ABCBI11 1321 i, S2 3L

LErE N




% 10 49 ABC #iz ka5 AXARR 857
gk
WRWE  EAL R Rk ESdig Yrhe
ABCC1 1531 B, EIE B2 i
ABCC2 1545 I 7] (PSR
ABCC3 1527 B AR ¥t i iz
ABCC4 1325 HZ R 155 cAMP.PGE2 #iz
ABCC5 1437 =Ry cGMP #;iz
ABCC6 1503 L T 7 HIR 2 32 ¢
ABCC ABCC7 1480 JIH 3 , 45 99 5 ¥ i &
ABCCS 1581 i b R B A B8 38 18 14 30
ABCCY 1549 Jig i ] FE 2 B B T 1 O B T Ak
ABCC10 1464 G, EER s
ABCC11 1382 SBLL TS AR FLAR I AR S PT2 1
ABCC12 1359 AL P2k
ABCC13 325 N7 k. 3.7 2 5 R S I BE 1 2 Ik
At 75 wwom wRRENREE
. ABCD2 740 Jig W7+ B X-linked ALD #f 3¢
ABED ABCD3 659 JIF. 5 Z: 55 g iy BR B/ FRG s 1t - g o i S 0 BB 1O B i
ABCD4 606 N 70 i) 7 Z 5 YA 3R B12 DT AR 17 240 0 I 1 S HE
""" ABCE  ABCEL 599 WREJKEBZ  smfmsama
”””””””””””” ABCFI 845 ALEE AnRmmpmAsmx
ABCF ABCF2 634 AL FLR IR BT 2 AR G
ABCF3 709 B, S TIRERA
~ ABCGL 618 A T mE sz
ABCG2 655 N 77 et 3 7] HBEEWAME P
ABCG ABCG4 646 E=F I D RE AR
ABCG5 651 Rt =317 VAN 77 IFil st e 5w
ABCGS 673 AN 7 it =3 7 IE it e 3

LAY Bt >R U . 55 B 7 A B R A5 B8 R0 https: //www.nebi.nlm.nih.gov/gene/.

JLF B Y BB ABC #5328 3 11 #B 2 0 b % 32
L BR TR 1 1) N % 2 5 1 ABCAY, iR E
B Tl AE B CFTR/ABCCT, LA A Tk
fIX 2% % & % [ i SURL ( ABCC8) f1 SUR2
(ABCC9). H: v, ABCB, ABCC LA & ABCD #f 42 it
AV AL ABC 2 A 1(d)) , B4 TMD #5552 i 6
JBE 5 R W T A B, LA R R AR 1 2 T 2 R A
Sav1866 (1 = 2 25 1 C 94 i #1'*'. ABCA F1I ABCG
EHAET VA ABC A, B8 TMD 4 # 5 H
il K A AN H. B4 f# TR ABCAL Al

ABCGS5/ABCGS W25 Al L Ry T AT 5 28 Hb B s H
ZE MR (B 1Ce)).

2 AEABCHEEEAWIIEESER

N ABC §iz 8 H I 450 FRAE USRS 53t 19 g
NS R S A G 4 B R T 2 Bl 2 R 9 A BEIIRE
U Bk 5 P oL SR S SR AN R A L BT
Ji 5 326 1 J0 35 i LA B T A M 5% TR ABC %%
BHEARS R 52 NP E I (- 2), 1
45 K 0 T BEAF 5 o 45 AT B T B A AR S B K AL
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B, AT A A O 25 W) 0T D A I HE S

B SR 2 HFERAE . 14 ARAE(ABCA2)

Kty ZUE(ABCD13)
LI FRUE 7R A R(ABCD1/ABCD2)

G 28 Bl 49 (ABCB2/ABCB3)
PEVELTYE(ABCCT) -

filif#(ABCB1. ABCCI1)

AT PE S EEE I 9 IR RE(ABCB4. ABCB11)

1 PR R R (ABCC2)

FPEIR R (ABCC6)

4 LA fLpERE(ABCCS. ABCCY)

Witk U (ABCA4)

ELFE(ABCAT)
TEPEIRL B £ %55 (ABCA9)

2 L BitE T e Gk (ABCA12)

AL ETZ M 4 3 5 JE(ABCB6)

BRI 2T A1 3T i (ABCBT)

B2 S5AXABCHEEEOEEBAXNER

Fig.2 Diseases related to human ABC transporters

2.1 ABCA T XKk

ABCA W 6 1) 2 1 i 55K A — 2B A
i 2100 N FEFR G AL b ABCA13 1 5058 &
SR FE HEAG B S HHTC iR KB ABC #eiz .
ABCA fh 3 PR 9748 25 5 B0U™ 5 19 N80, L an s
[RZEAME T1 (Tangier disease T1) ., & I 5 %% &
M8 & M 6k BB 75 (familial high density lipoprotein
deficiency) . H £ #% 20 (Stargardt disease) X 8%
PEAL I B 4 (retinitis pigmentosa) &,

124 A 1k ABCA LR JEH ABCAL R 4514 2
BARAT  ABCAT K1 20 it % A A0 IE [ o 1 HE 2 4H
AP 2 R G 3 1 A-1, SR 5 4 AR O i 95 R 2R
M Chigh density lipoprotein, HDL) i & i iRk 4K
P A AR AR B % IR Y iz fa AR AT 7T RE
JE oK A E E A (lateral access) B9 /5 2. ABCA2 7
M b A R 0 38 TR0 I LB I v ) 2R3k
FIXTEAR. ABCA2 19 mRNA 2 i F Wi 40 it 485 7
JIEL [ T 9L T R 28 B A L R By ABCA2 i 3
TR ) 25 o AT 4 B v g JEL [ A K SF- L B ABCA2 A
A L4 L A1 3 AR R A 4R R A PSR R L 4
JHEL P ) OB [ K P ek v 2 A R B VR R A 1) i Ak
R, IEAE N AN BB T 3K 2 75 o W] 2 24 3 S8R 7Y 32

BLJF A A HRGE 48, ABCA2 il kB S50 &
VEM FE TR ZE [ Camyloid precursor protein) By i3
Fak. [\, — & 0 5 8 R I K W 5T KR
ABCA2 5B /R 24 5 BRAE A %5 U1 G A IR I 1
Jefl St R Ol 32 M 8 R 5 L0 A2 B 0
L0 B T 2 A oy 4 o MR 8 . 3 — S iz ) )
W WK O N-HL B R IR M £ B O (N-
retinylidene-phosphatidylethanolamine, NRPE ).
ABCA4 ) EZ IR/ NPRE MALAT 40 g 4835 1
RO [ 8% e 32 28 A R o =2 05 4 S O v 1 s
PR e R AR 4 R A Sz 2K
HE € 25 1 B2 20 B AR 110 - L 52 R
e 1) % %% 5 15 R (photo transduction cycle).
ABCA4 89788 J2 1 UL A i G €0 14 B e 35 A% 19 307
s 72 1 D DAL N T A0 O R 3R b e Al i b R
e oA R 5 R AL B AY 22 B R AL L R B ETE R
B PRI o Y PR IE B BE DY U ABCAG E B E AL T
JHFIE 7 2o B R R i 2 2440 L . ABCAG BIA R 5
5T 40 N BR TR % 8T ABCA6 Fll ABCA9,
ABCATO B I S A7 2 JIE 18] e 17 25 i [N, L7 1 4
JL o3 Ak 1Y 5 AR b 2Rk K BT R R AR T AT R
ABCAG6 #— 25 1 2 3k 1 155 L 0 20 i 7 oz 1 A B 2y
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ABC #3E &8 5 AEAERH 859

RERIF 5T 4 A 45 #2318 . ABCAS 78 B AE A (14 i 4 200 (it 5
B 5 i J5T 2 A 4 A I B XK 3R Gk LA B 5
K ABCAS W] LA 2 W 2 & S W AR & 9 1 Ao
i 4 5 ki A R R T P ABCAS 1Y 3R 35 5 R
AR RH OC 1Y BE O WA B B 35 B QK , ABCAS 1Y
Fik BT DL BORE B Y L B p25a 1Y R IR IKOF
PR T LA BF ST N ABCAS A ¥ 44 28 44 28 I8
20 i v ) iR AT, LG B R A A RN e R
HEAEH . ABCAY fe 9] J& A 2 B W 40 i b gk
oE M kB, BT ABCAS5, ABCA9, ABCAS,
ABCA10 Ph K ABCA6 Z [i] i ¥ 51 — BUbE k% =
(KT 60%) it A NHEANFE—FRA ABCA6 2K
¥ iz %5 H ( ABCAG6-like transporter). ABCA9 K
mRNA £ %> 41 21 b #B fg R 2], B A0 BE LK
o F0 A JLZH 20 rp e 3k ABCAY BN 5 5
A% 240 6 1) 5 W 4 1 A LA R 5 40 S A i T i
1R 2 R ) A B IR B e £ 455 4 Sy E T 0 iR L
il B — ol Sl A £ S O PR TR A A J A i
M )2 /MR T TE S BUG 2 H 32 LR 1 W I I 90 2 32 B
T & A W R 3 0 B R JER 99 1 B 2B LA R 5
SZIRYY L IF F B Bz R K RN TR G T A RE R Lk 26
PRI R F R BE A ABCAL2 5748, ABCA12
FE AT A E M 3R g A2 NME S
55 J5T 240 0 v R R TR A 2 R S W B Y e as L i
12 1) S5 5 2 K B AR T RE I fil Ok o G
2.2 ABCB Xk

NEH ABCB W5 % A 5% 3 22 i1 25 9 S0 4k AR
F 4 MDR (multidrug resistance) UL X 4t J& ik #H
F % 35 % H TAP (transporter associated with
antigen processing) 4 . H & b F 4 W &
ABCBY , HC 75 Ji 240 il v ok 2 34 41 240 M B A ) 1% 19 Sh
Hesi K AL A& 9 D RE AL HE BOKAN R 8 2 K
BACHE A2 W45 %R (A R AT T s B 0 O A
I fi 5 e Ak o PR e A S A O 4 400 A HE A RE W
(A RE 1 BT £ 8 M 269 5 A R H A — 26 R 3 op i
A W 1 43 W 6 T IR 14 1E 5 T 68, A 4 I [ i
S Al 55 P 28 1) 43 06 DA % R M s A 2R R I i, LA
L MAEM.ABCB W4 1% 1 i ABCB4 Fil ABCB11
H A LT IR AL 43 0 2 5 95 B Tk 0B A0 I AR 19 43
W .ABCB4 Fl ABCB11 B 58748 25 R Bk A7 4K
T JEF A RE T 3 BRI L 33X 2 — 2 e IR Bt 5
LR 700 1 R 3 G B R TR 8 40 Sk A L R DAL
oAy SRR 0 IR £ B R BT A, DL E R

JHF Ty R o vl L 3 T AT RS A AR AAE TR

ABCB W5 5 i B 51 BR 1 2 57 T 44 M 5 i
b AR TR IR B I, 1 FE ABCBS,
ABCB7, ABCBS8, ABCB10; ifii ABCB9 W 5& i T ¥
it AR JE 1) 3 e AN () 2 A7 1) P 38 2R 11 1) RS 44H T g
WA, AR LR AR BETC A A
ABCB7 & T X Qi b, iz W i R A8 4
BRI KL A ML BT ILAE L O 7 A S T R I A e AL
ABCBS8 HI 4 Il 2T % 114 5% 32 FH 5%

2.3 ABCC I &

ABCC R G & 12 4> ABC iz & A. K
THEE B TRYEIE 1 ABCCT DL K U Bh & 7 ia
1) ABCC8 #l ABCCY, £ By 2 29 i 2
25 HERR (. H T ABCCT Y 48 1 27 i b 5 i 14 5
WM (CFTR) % 8 11 5% A9 28 48 27 o 1) D) fig
BbE 2 PR L AL M A Y L — Rl
PESN 53 WA 5 23 5 ) AR B WP W R 456, i IR 22 R
S 52 S R RN A TE BELZE B AR L AR R R D
AR KA A R L B I B S % K
JRIZN 77 R RE RN Ty W% S BV e AL o 22 DL
SRl NI E o A N S E [ NI AR R C R S
ABCCS8 F1 ABCCY ) Jy fig 3 2k 25 5 3o0s 4= L A%
AR B DA A s ABCC2 5518 M 5 & 1 8 98 (o
FKA Dubin-Johnson £ & 4iE) A )&, ABCC6 Hl il £
i RE 2 A 6. ABCB1, ABCC1 LA K ABCG2 5 %
it K A N R R I AT — o AR B IR R G M, b ABCG2
4 Bk Sy LR i #H DG B 1 (BCRP).

2.4 ABCD TRk

A5 MIE. CEF 4N EAHEEE T ABC ¥
g S D8 S 1 o = oy L S Wil N S o4
1 ( adrenoleukodystrophy ALDP/
ABCD1), ALDP #H X & F1 ( ALDRP/ABCD2),
70kDa i %0 A6 ¥ B 14 B 2 1 (PMP70/ABCD3) #il
PMP70 # % % 11 (P70R/ABCD4). H v ABCD1-3
F1ABCDA 43 31l 5 3 F 3k 4804k 9 il A R 3 T 4R S
ABCD1 il ABCD2 £ 5 K # i 105 IR F1 8 K 55 i 105
Mg o FLA G A T AR )i EAL W AR N Y e iz HL
HAT % A WK R PR ABCD3 2 5 S 4 it 5t
W A WA A e AR N B as. D) — Ty
ABCD4 # #2544 R B12 DA i 4K 1) 240 A Jo
%% 2. ABCD1-3 1E it %0 Ak W Bl 44 2 1, 38
PATRDIR — ST X & #2 T AE  (H A7 i 18 PR AL B
DL R T RAIOE A A

protein,

2
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% 48 &

B2 ABCDI I fE AL & R 8418
KN 17 R 1 SR A, de 2 3 B X G B R 19 B IR
I 0T SN R X — A 4 A BT
PRI ABCD2 Ik W 7E P BE b X ABCD1 #£7E 9T
A AEFE X Y RIS b RN 1 3RS R0 40 i
Wit #Fik ABCD2 1] LLZE fife -5 A it B s 1) i iR ok
F LA A] , [l 22 ]38 Bk ABCD3 Al ABCD4 4351l 5
JHE R I R R 4 A= 2 B12 B BA % A TS ABCDY T
1997 4E38 3 5 T ABCD1 F1 ABCD3 #H 5 ¥ 41l iy %
IR PEAE R B ) A A SR — i A Ak ) Tl A
2R 112 R SRR AT & B ABCDA I R A7 T it
Ak Tl R FEE b T PN T RS b B #2012 4R, F
FH R ABCD4 1Y 28748 25 T B —F 42 387 19 26 Kk
de: 2 B12 UK. ABCDA I REX L& 5 805
Bt VA N I 42 R B12 Rk IEH AMIE X — I E 5
Ho— v B IR IR B A LMBDI ( lysosomal
membrane binding protein 1) [ I 8 25 L 1Y 45 & —
FHUO MW & B, ABCD4 43 i 5 LMBDI
(9 RR ELAE TSR 52 B0 1A JBE 1) 1) i A 1Y) e % B B
B, AfTE &8k T ABCD W %K % 1 B
ABCD2 Z b ATRAT—Fh 8 F W T RE R AL 2 S BU™
GNOPNESUS S

3 ZitERE

TR ABC 8 F1 58 B S 300 AN 880
Bl2g 8 %% 6 Ho Az Ak 5 45 ¥ 5 1k 0k A7 BF 5. 3
2013 4F A A 5 — R SCIERY iR E T S A28 ABC
Fa AW IR Z )5 TR R B R A K
B . N ABC ¥512 85 1 IS5 10 A= W) 2 i 0 4k 45
T &R N 2017 FE . EEER 16 SA N,
A 6 A ABC #5328 8 1A K MUAS 1) 25 44 Bl e bt 3L
WL W AR R A B BT HF S 4L AT T ABCATL 45
F AR TR E AE A2 ABC $%iz 25 14 Y 25 ¥4 BIF 5 45 35
WA T — 5 Z b B v R B R B AN W
N ABC 32 (058 0 44 A T B LR DG 9 9 119 30
I LI LA B 245 300 FF 2 R 3T 1 g Y.
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